Background and Purpose: There have been few studies of the incidence of silent cerebral infarction detected by magnetic resonance imaging in patients with presenile or senile major depression.
In recent years, various asymptomatic cerebrovascular lesions have been discovered by magnetic resonance imaging (MRI). When cerebral infarction detected by MRI or other imaging modalities has no associated clinical symptoms, it is referred to as asymptomatic or silent cerebral infarction (SCI), and such infarcts fit into class III of the cerebrovascular disorders classification published by the National Institute of Neurological Disorders and Stroke.' However, whether asymptomatic cerebral infarction is truly asymptomatic remains unclear. Although localizing neurological symptoms are not observed in these patients, the possibility of subjective or psychiatric symptoms related to the infarct needs to be considered. Because 
Discussion
In recent years, apparently asymptomatic lesions in the deep white matter have been frequently discovered by MRI, and the relation between such lesions and psychosis has attracted attention.
In 1988, Krishnan et a19 reported that detection of deep white matter lesions by MRI was more common in patients with senile depression than in control subjects of the same age. Subsequently, Coffey et al'0 compared the MRI findings in patients with depression aged older than 60 years and a control group matched for age and sex. They reported moderate or more severe periventricular hyperintensity in 57%, lesions in the thalamus and basal ganglia in 40%, and moderate or more severe deep white matter lesions in 46% of the patients with major depression, and found that these rates were significantly higher than in the control group. However, the age of onset of depression was not assessed in their study.
Subsequently, Figiel et al"l compared 19 patients with
late-onset depression (onset after the age of 60 years) and nine patients with early-onset depression and reported basal ganglia lesions in 60% and 11%, respectively, while no difference was observed with respect to deep white matter lesions. However, Brown et al12 demonstrated deep white matter lesions in 30% of Kobayashi et al16 have reported that SCI was found in 17% of healthy individuals in their 50s and 21% of those in their 60s. In our study, SCI was observed in more than half of the patients with presenile-onset major depression and in the majority of patients with senileonset major depression. In addition, SCI was significantly more common in our depressive patients than in the healthy subjects assessed by Kobayashi et al. 16 Therefore, it may be suggested that approximately half of presenile-onset major depression and most of senileonset major depression is actually organic depression related to SCI.
Kase et al17 and Chodosh et al18 reported computed tomographic evidence of prior asymptomatic cerebral infarction in 10% to 11% of patients presenting with an initial stroke. Thus, there may be an increased risk of eventual overt stroke in patients with SCI, and SCI may represent a prodromal stage before the development of full-blown stroke.
It is well known that depression can occur after a stroke, and several reports have been published on the rate of depression after stroke and on the relation between infarct site and depressive state.1920 Disturbance of mental and social functioning in patients with SCI has long been noted,2 and the present study showed that major depression is often associated with SCI ( Figure) . Therefore, the possibility that the illness represents a warning sign of cerebrovascular disease should always be kept in mind in patients with presenile or senile major depression. Major depression associated with SCI could be tentatively designated as prestroke depression because it is associated with a higher risk of future symptomatic ischemic stroke. Institution of treatment such as antiplatelet therapy for such prestroke depression may be important for the prevention of further cerebrovascular impairment.
